It was recently shown (Emery, 1952) that in approximately a third of children dying within the first few days of birth there was microscopic evidence of degeneration of parenchymal cells in the left physiological lobe of the liver. This change was not seen in stillborn children and was seen with increasing rareness in older children. It was suggested then that the changes were due to cessation of the flow of placental blood through the left liver at birth.
It was recently shown (Emery, 1952) that in approximately a third of children dying within the first few days of birth there was microscopic evidence of degeneration of parenchymal cells in the left physiological lobe of the liver. This change was not seen in stillborn children and was seen with increasing rareness in older children. It was suggested then that the changes were due to cessation of the flow of placental blood through the left liver at birth.
The importance of the microscopic changes in the liver should be reflected in gross changes in size of the different lobes of the liver at birth, and the present communication records a study of gross changes in the liver associated with birth.
Materials and Methds
The material consisted of the livers from a consecutive series of 100 necropsies on premature stillborn infants and children dying within the first 12 weeks of birth.
Owing to the high incidence of fatty and other changes in the right liver associated with intra-uterine anoxia and placental disease found in mature stillbirths, it was felt that such livers could not be taken as representative of the normal liver at the time of birth. For this reason mature stiliborns were excluded from the series reported here.
The livers were removed from the body with minimal manipulation and, after examination of the gall-bladder and ductus venosus, the liver was divided into two parts along the line of division of the physiological left and right lobes (Cantlie, 1898; Mall, 1906 Scammon and Calkins (1929) and Streeter (1920) .
Results The average ratio was found to be constant in the last few months of intra-uterine life, the ratio being 0 89, i.e. the left lobe being about a tenth larger than the right (Table 1 ). The ratio was found to be unchanged in children dying within 12 hours of birth. Within 48 hours of birth a marked change in ratio of the lobes occurs, the right lobe becoming larger than the left; the ratio thus becomes almost exactly the reverse of the foetal ratio. This change is completed by the end of the first week. From this time the ratio of the lobes throughout the rest of early infancy seems to remain fairly constant. This rapid change over in dominance of the left lobe in utero to the right lobe in early infancv is illustrated graphically in Fig. 1 .
For the purpose of statistical study the cases were grouped as in Table 2 Blackfan (1933) in the White House Report states The chief interest ir that the involution of the left liver takes place before newborn Les in the T birth. Arey (1946) remarks, concerning the late of physiological icten intra-uterine state, that 'in certain regions the hepatic logical icterus has re tissues undergo degeneration (due to pressure Smith (1951) . He al atrophy) and especially is this true of the left lobe'. what is in effect 'ph, These statements are probably based upon measure-liver as the major f ments of the livers of mature stillborn infants before Davidson, Merritt a the fatty and hydropic changes consequent upon degree of hyperbiliru intra-uterine anoxia (Gruenwald, 1949) were realized. functional maturity tomical lobe, and that after birth the left lobe became smaller. Keibel and Mall (1912) Although the details of the mechanism do not appear to have been studied, the idea that icterus neonatorum is related to circulatory changes in the liver is by no means new. The following extract from a translation of a treatise on 'Disease of the Liver' by Frerichs (1860) written almost a hundred years ago is relevant.
'The mode of production of icterus neonatorum in ordinary cases must be sought for in the diminished tension of the hepatic tissues, which takes place upon the stoppage of the influx of blood from the umbilical vein.'
The post-natal vascular changes in the liver will not explain the presence in a number of infants of a raised bilirubin level in the cord blood at the moment of birth (Davidson et al., 1941) . A raised bilirubin level in the cord blood is known to be associated with an enhanced post-natal rise in bilirubin level and thence with an increased incidence of clinical icterus. In many instances physiological icterus follows a normal bilirubin level in the cord blood and thus there seem to be two separate factors, one post-natal and the other ante-natal. The most likely site of the ante-natal factor is the placenta. It is known that placental changes affect the foetal liver (Gruenwald, 1949) and Williamson (1923) found an increase in placental iron parallel with the increase in bilirubin in the cord blood. This aspect is at present under investigation and will be reported later.
There is a rapid involution of the left lobe of the liver beginning just after birth and completed within four or five days of birth.
This involution seems to be the direct result of changes in blood supply to the liver associated with birth.
The involution of the left liver coincides with the known period of deficient functional activity of the liver in the newborn. It is probably the cause of the temporary hepatic inadequacy during the first few days of life, hence the cause of the post-natal rise in bilirubin level associated with physiological icterus.
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